Anticonvulsant and hypnotic drugs produce side-effects in 15-25% of treated patients. The frequency of cutaneous and systemic reactions increases with higher drug serum concentrations. Carbamazepine (Tegretol) is chemically related to imipramine (Tofranil); both can induce pruritus, maculopapular exanthema, vasculitis, erythema and facial oedema, exfoliative erythroderma as well as toxic epidermal necrolysis [1]. 'Collagen disease' due to carbamazepine was described by Simpson [2] in 1966. In the literature, there are 3 cases of systemic lupus erythematosus (SLE) induced by carbamazepine, 3 cases of SLE aggravated by carbamazepine and 1 case of discoid lupus erythematosus due to carbamazepine. Antinuclear antibodies (ANA) in patients on anticonvulsant therapy have first been described by 4] . A 40-year-old secretary was operated on because of a right sylvian aneurysm in January 1994. Her left arm remained paralysed; because of a right epileptic focus she was given carbamazepine 400 mg daily. One year later, she was seen for red macules of the face and Raynaud's phenomenon of the extremities, the left paralysed arm being more affected. After Raynaud's attacks, the arm remained cyanotic for a prolonged period of time. Pink and violaceous cutaneous papules were seen over the phalangeal and carpal joints and were present in a more dispersed manner on the arm and the dorsal face of the hand which exhibited a lichenoid appearance. Laboratory investigations showed a normal white blood cell count, normal electrolytes and urea and normal liver enzymes. ANA were positive at a titer of 1/320 (table 1) . Because of scheduled holidays on the Canary Islands, she was prescribed chloroquine sulphate 100 mg/day. In February 1996, she was seen with complaints of pain and burning of the face and arms. The skin was reddened with a photosensitivity-like distribution. The histology of two biopsies performed 6 months later on the dorsum of the hand and the forearm showed a packed infiltrate of lymphocytes and histiocytes in the dermis invading the basal layer associated with typical 'colloid bodies'. A diagnosis of lichen-planus-like eruption was made. Laboratory investigations showed γ-glutamyltransferase at 32 IU/1 (normal 4-18), carbamazepine at 10.4 µg/ml (normal 4-10). The
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